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Participation of cholecystokinin (CCK) in the control of food intake is supported 
by two types of observations 1) Exogenous CCK hastens the termination of eating 
(satiation). 2) CCK receptor antagonists increase food intake. The second observation is 
especially important because it suggests that endogenous CCK participates in control of 
ingestion. CCK is secreted as a hormone from the mucosa of the small intestine. 
Therefore, it has been hypothesized that intestinal nutrients stimulate endocrine CCK 
secretion, elevating plasma CCK concentrations, thereby activating neural systems 
contributing to satiation. My laboratory has addressed, the role of endogenous CCK in 
reductions of food intake brought about by intestinal nutrients. We find that some 
nutrients reduce food intake via a vagal substrate similar, if not identical to, that which 
mediates suppression of feeding by exogenous CCK. Furthermore, reduction of food 
intake by some nutrients is abolished by CCK-A receptor antagonists. However, both 
pharmacological experiments and measurements of CCK in the circulation indicate that 
hormonal CCK is not responsible for reduction of food intake by intestinal nutrients. Our 
work leads to the conclusion that endogenous CCK participating in control of food intake 
is released close to its site of action by neurons or paracrine cells. 
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